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Abstract

¢ AIM. Optic nerve injury is often characterized by the
axon damage of retinal ganglial cells (RGC), so it is
meaningful for us to prevent optic ganglion from damage
by studying the ischemic optic neuropathy (ION) models
to conquer the blinding ophthalmocace. Accumulating
studies show that Ca’* channel blocker plays a vital role in
optic nerve protection.

o METHODS. Ninety Wister rats were divided into 3
groups including the control, the ION and the ION Ver
blocking. The ION group and the Ver blocking group
include four subgroups according to time sequence, 1
day, 3days, 5days and 7days, respectively. Western blot
method was used to determine the expression of PKC of
all groups and immunohistochemical method was used to
determine the RGC apoptosis of all groups.

e RESULTS: Small amount of PKC was detected in the
control through Western blot and the amount of PKC
increases during the apoptosis than that in the control (P<
0.05). After treated with Ver, the expression of PKC
weakened but still higher than that in the control (P <
0.05).

« CONCLUSION: During the process of apoptosis of ION

RGCs, PKC is involved the apoptosis signaling and related
to the Ca®* concentration.
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Tk Wister KB 90 H, 434 1E 7 41 | (5 o 2 400 4o 22 05 A%
2H R G i ME R A 205 A Ver BHITZH . Bk i 14 0 48 22 0% A
AN Ver HIT 4R 43R 1,3,5,7d #H, F Western blot 3 A&
R A X R 2T S B ) PKC Eih, HfiE@dib i Em
SN P 22T P T

SR AP REXS BT YR PT W0 & PKC K1k, 1
E1)E ,PKC BB RIKM®, S AR AR ER(P<
0.05), Jin Ver 5 PKC 2 ([ 518 59, (B4 bb 5 BR 20 134
R, EZFRARBFEEN(P<0.05),
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H PKC 5 It 54 BNESHEREMX,

KRR GRIMAPEAR P 20078 5 85 IR C; Ver BEBTRI KER
DOI:10.3969/]. issn. 1672-5123. 2009. 06. 014

FREE R A, 45 L P o 2 A L R A 2 T A
IR C BoR. EFRIRENE 2009;9(6) :1061-1062

03F

B 1% &% C(protein kinase C,PKC) , &—/H £ H
L R E HR R IR, S5 4 Y 16 ) R /Y 43 0 R 8
BEYIE TS A 1R M DNAh & %5 R 4 J AR M9 2534
N, MG S FEART M EER S Z—, PKCT 4
HTRARN AN MM, PKC B—MEBEENLEAR
FE B8 (Ser/Thr) #4 B, 1977 £ #% Nishizuka S H S E M,
BRI Ca /B IS (PL) I E MBS, R PIfESH SR
GHR— RO BEENIMIR A ARIRA, A
B XPRE RS M M I R IE M R A VLHIA TR L
HIAIR . RIEKREBHFR RN, F 55 F B B (diacylg-
lycerol, DAG) H) & B 38 fin F1 PKC ¥ 387% 5 % BRI B9 41 )
FE VB RE O MUV A U AR SR A B UIER R TENE IR I O
RAEM KA KB PKC B EEMIERER" . PKC
YE 5 40 M 14 FERG B Bl 3 M A0S SRR TE ISR
VI 2 , I L0 08 BRI 8 0% 28 ¥ 2 B iy 9 B AL I, 45 b
mr,

1061



EERIRRIRE 200968 $£9H FE6H www. UO.cn
€915 :029-82245172 83085628 EBF578: 0. 2000@163. com

1 #RfnsE

1.1 &8 AR R 200 ~250g Wister KB 90 H, 4>
SR IE H 4H SR P A A 2o A 2 B B L AR A B AR AR Ver
RHMTLH . Shin s 25548 40 K Ver BT 474 1,3,5,
7d4H, LHEATHBEERK, TOEEERE, 2R,
TR BELR, AEEA % Sigma 247 ; (y-32P]ATP:
R EAEYE RN T F A ME AU NETEY T
AR ST BT ; B & E1 8 (1:250Difco, Gibeo ) , 533K ML B
=+ Kinematica GmBH ; 48 4} 73 5 5% B A DV-60, ¥ [N 11 %X
¥ . 78 5 BeckmanLS3801 ; % & 8 3k 23 BT 4X ( Fluorche ) ; 26
& Alfha /A ) ; EH KR K FHEIR,SDS ik, a4
M3 Ao U FEE A TR, BEEE - 250
Difco, Gibeo ) ,SDS,,

1.2 /% SRR 2R HIE" B IE# RPE
YR K Ver /5 12,24 ,48h 4 iy RPE 4 i1, 45 % BB 4 &
Ver YE A & RPE 20 i 435 SR I 55, PBS ¥k 2 1K, 4H 1)
TIFHIBUE SRR A0, 45 A 0k 4 10° 40 B, PBS P, TR A
1. 5mL #) Eppendorf & & ,4°C 10 000r/min, &.(> 8min, F
L RIGIMA 2000 2034 4C KSR, AR SS
ACHEF B Imin I B FF#K,4°C 10 000r/min, B5.05
8min, F¥EMEINHLHMIIER, BAB LT 10pL
WIZE 5 ¥ & (brandford 1% ) , B &R A E K E — .
FEREARESENHRDREARBRIMAFERL X
B K INEEZE ph i, IR 55 B 95 ~ 100°C /K Ain#4 3min, fff
EETME, AR IKARA, SDS BT M BE ik 58 Ak
SDS ¥ BE 20g/L, B FLANEE 20pg, 70 B8 JBE L JE 120V, ¢
EICEL R 100V, Bk H B R R A 3 4 B BRI, MK SS
WIS, BN R i P 15min, BT BUHBR 41 48 K
JE(PVDF ) 72 H B 1712 ¥ 10min, % B ¢ iR 2 1 15min,,
PBRUT M SRR IR - 38 B - U8 4R B2 -PVDF -8 4K-
B -PERk . SRFE LA S 90V, B 200mA , (KR 5% I% 2h,
RS HSE ¥ PVDF LB F TBST 28 i i 0% , ikt i
W, K4 R PR 48 2h, TBST W IE 3 x 15min/¥K, 435 N
Ao ACHBEE I H, TBST { MK 3 x 15min/IK , A J5 ¢ K
ETFTHBRLEMYEIRICHERARN ZH (1 : 400)
B, FIREE 2h, TBST R LR 3 x 15min/IK, 53 1E B AR B
BEB(AP) 26 Smin, T, B A . HIIRIKER
BB RS T AN B B4 AT IKER# 47, Fluor
ChenV.2.0 REGREY W AW WA CHEEM, LB
BRERE(A)

Gt B Ll x £ s B, RAFESNEIT
FRE,P<0.05 AHRIT¥ER, FIHIERYASPSS 11.5
BEHTT
248

ot B 2 400 000 P 450 215 4 R VT L /D & Y PKC R GK 4
BETE, I PKCEARIER, SWHAERADE
(P <0.05), fil Ver J5 PKC 2 1 3K0855 , (B4 b X HE
MR, ERAREEN(P<0.05,K1),
3itig

PKC B—REEME (G0, 8 MoME B AL 3 E
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M SNED D e wemme PKCE

WY S-Sy 5 :cin
1 2 3 4 5
B1 PCKEARRZ

M, BT E ML R AT W W S GEE
PE RSN R A RE S, HENE ZFERENE
Hi%ls R4 A APK & 48 (cAMP-PK) , GPK & 4t ( cGMP-
PK) ,PKC &% (#:5/Ca-PK) , Ca/CaM K #i 09 7 1 B B
%, ENZEBEEENNRESMFEEYRZ S
MEET . HETAR,PKC RETER RGN
EAmRid D AP OmAL, BRI, EERLEh
YA N A E 10 # PKC 24 (8-3) ,PKC A E WK
R — SRS A AL, 47 T’ K2 K 67 ~83kDa, PKC |~
ZAr AT EMEAR SEMAME, B ILAE T PKC F2F
FEF MR, MA0M 32 FIRIBUS , PKC Ll Ca” " {R A9 TE X
A R R B A M B |, ot i FR AR 2 A %% iz ( transloca-
tion) , — ¥ PKC 955 (i 4E iy PKC BTE B4R K. PKC
(T PEAC T 45 B 7 FIBR AR A0 A7 7 , (B R 7R AR AUl
14 B H M (DAG) FEE T, AR E ) Ca™ A &
YR8, X520 F DAG BE8 N PKC X1 EM ) B
PKC 7375 T 37 40 i 2 P, 24 5% B A6 NE 9 383 700 300
BF BN L, SIRBE IR R Z A4S & A4k PKC R
AR MRS T % . PKC M B MRILE 1 RE Y 2
FRAMAERRIRE, AT EARNYIGE. BN
FHEF AN G AR Z AR, B ALE A BB T
IR KB R Ca® i TG 3, Bk DAG-PKC £ %
WAL, G HRE SR MRS 2R RN T HEESER
WK, 0 Ca™ MK M HLH BN R & 3 BRI
Bi(cGMP) .G K Fiaiblhl %, HARTE G
MXPLRPIR R, HE @ AR A Z. 55—
0, RE R A AMRAS N ESEFREZEHHELER
+HEH ASEEERE ., Fik, DAG-PKC {4 338 ¥ 5§t i
PEA R R & IHIE 2 B M C R AR, B B A S R
SRR IFAE R B IA W RFT A
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